Abstract JC virus is most commonly acquired during childhood, and no clinical illness has been associated with primary infection, which is assumed to be asymptomatic. The only disease associated with JC virus to date is progressive multifocal leucoencephalopathy (PML), which is usually caused by viral reactivation in immunocompromised adults. A chronic meningoencephalitis associated with an active JC virus infection in an immunocompetent 13 year old girl is described.
JC and BK viruses are both members of the polyomavirus subfamily which infect humans. A high proportion of the population has serological evidence of infection, with the peak age of acquisition occurring during childhood. Primary JC virus infection is most common between the ages of 8 and 13 years. After infection, these viruses remain latent in the kidney and are subsequently reactivated during periods of immune dysfunction. It is under such circumstances that polyomavirus infection usually gives rise to symptoms. BK virus is associated with ureteric stenosis and haemorrhagic cystitis in transplant recipients and mild respiratory symptoms have been noted in immunocompetent children suffering primary infection. By contrast, JC virus has only been associated with progressive multifocal leucoencephalopathy (PML), usually among immunosuppressed individuals, particularly those suffering from AIDS.' No illness has been associated with primary JC virus infection in the normal host.
PML is characterised by the insidious onset of asymmetrical neurological impairment, due to multifocal demyelination in the brain, which is progressive and usually leads to death within months. The definitive diagnosis of PML is by immunocytochemical and histological examination of brain biopsy material. ' Serological assessment of blood and cerebrospinal fluid (CSF) is only helpful in a minority of cases, possibly because of the suppressed immune system in these individuals, and also because PML probably represents reactivation rather than a primary JC virus infection.
We now present a case of active JC virus infection associated with an unusual neurological syndrome in a non-immunosuppressed 13 year old girl.
Methods
Total JC antibodies were detected by haemagglutination inhibition and are expressed as a titre. JC IgM was detected in an antibody capture radioimmunoassay similar to one described earlier for BK virus.2 Full details of this assay are to be published shortly. Sera are deemed to contain significant IgM if the ratio of test sample result to negative control value (T:N) is >5.
Case report A 13 year old girl presented to our casualty department in late October after tripping over her shoe lace and sustaining a head injury. This was associated with a brief episode of loss of consciousness. Initial examination and a skull x ray film were normal and she was discharged home well. She returned one week later with a history of headaches, vomiting, and aggressive behaviour. The behavioural changes had been developing over two to three weeks before the head injury. She had also lost 3-2 kg in weight over the same period.
On examination she had a flat affect but there were no abnormal neurological findings. Her tongue was fissured and her lips were cracked but the rest of the systemic examination was normal. She was observed on the ward where her illness progressed. Six days after her admission she suffered her first recorded pyrexia and this was associated with retention of urine which required urethral catheterisation. Investi 
